[The role of incomplete terminal repair of chromosomal DNA in the aging of neurons and postmitotic organisms].
Incomplete repair of the DNA double helix terminus is an independent mechanism of the telomeric DNA shortening in non-dividing cells. This effect of incomplete terminal DNA repair may initiate aging of postmitotic neuroendocrine cells or even whole postmitotic organisms, if loss of the buffer telomeric DNA (due to incomplete terminal repair) is followed by the loss of significant information in the nucleotide sequences. We also consider a possibility of local aging of a cell group, e.g., in the locomotor system where extreme physical load favors accumulation of nuclear factors inducing accelerated shortening of telomeric DNA.